We thank Dr. Valdes-Socin and colleagues for the instructive comments on our case report \[[@b1-kjim-2017-157]\] and for sharing their experience on induction of puberty and fertility in male patients with the very rare disease that is under discussion. We agree that the best initial therapeutic strategy for young males with luteinizing hormone (LH) deficiency is administration of human chorionic gonadotropin (hCG) or recombinant LH; these treatments improve spermatogenesis and maximize fertility potential \[[@b2-kjim-2017-157]\]. In patients with hypogonadotrophic hypogonadism (HH), low-dose, intramuscular injections of testosterone have been the most commonly used regimen to induce puberty in young males who do not wish to be fertile in the near future. Gonadotropin treatment is physiological in nature but can be complex (requiring frequent injections) and thus is less commonly used than testosterone treatment. A recent, prospective multicenter study on adolescents with HH found that gonadotropins successfully induced both testicular growth and spermatogenesis, irrespective of prior full-dose testosterone replacement for up to 5.7 years \[[@b3-kjim-2017-157]\]. However, some evidence suggests that prior long-term exposure to testosterone may negatively impact fertility potential of these patients. On the other hand, induction of puberty via gonadotropin injection may improve fertility potential of these patients. Although we used low-dose testosterone to induce pubertal changes in our present case (a convenient procedure complying with the wishes of the patient), we agree that the use of hCG or recombinant LH to induce puberty maximizes the testicular response and future potential fertility in patients with isolated LH deficiency.
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